Neurological complications of infection with Mycoplasma pneumoniae have affected the meninges, cerebellum, cerebrum, spinal cord, and nerve roots.1 The pathogenesis of the neurological disorder is uncertain. Evidence suggests an immunological mechanism acting against myelin and nerve cells. 2 We report on a child with acute transverse myelitis and aseptic meningitis. There was evidence of production of M pneumoniae antibody in the blood but no evidence of local antibody synthesis in cerebrospinal fluid (CSF). Antibodies to myelin were shown in blood.
Case report A 14 year old girl presented 10 days after onset of rhinorrhoea, cough, and intermittent pyrexia. Two days before admission she had developed ascending paraesthesia and numbness in both legs. This progressed to total paraplegia. Abnormal clinical findings were confined to the nervous system. She showed mild meningism but was fully conscious. The functions of the cranial nerves, cerebellum, and arms were normal. A complete flaccid paraplegia with areflexia and bilateral extensor plantar responses was noted in her legs as was loss of sensation up to her mid abdomen (level T9-10 Table 1 gives clinical data for the group receiving treatment and for the controls. Follow up examinations were performed at this unit at regular intervals, except in a few cases where for social or economic reasons follow up examination had to be performed at the referring district hospital. All infants were followed for between one and three years and were assessed, as appropriate, by neurological examination, Denver Developmental Screening test, and Stycar tests of hearing and vision. Infants identified as having abnormalities were referred for specialist developmental, ophthal- 
